selenium content of cereals exhibits greater regional variations than that of dairy or meat products. Thus, the intake of young children is markedly influenced by the origin of their cereals. Processing may also decrease the selenium content of food-stuffs. Commercially available meals contain less selenium than home-made ones (30 ng/g versus 50 ng/g). Data about the gradual increase of the selenium intake during later childhood are scanty. In healthy adults the selenium intake ranges from about 20~g/day in New Zealand to 326~g/day in Venezuela, or from 11~g/day in selenium deficient areas in China to 4990~g/day in seleniferous areas. Because of rapid growth children are more prone to selenium-deficiency states than adults. Groups at risk are besides formula-fed infants, children from selenium-poor areas (New Zealand, Finland and China), patients on parenteral nutrition or on semisynthetic diets. Reduced selenium states were first observed in patients with kwashiorkor. Selenium supplementation was reported to ameliorate the clinical condition of those patients from Guatemala. Selenium supplementation was also tried in patients with muscular dystrophy of Duchenne type. Recent reports from China have shown a causal relationship between Keshan disease and selenium deficiency (3). This endemic cardiomyopathy occurred mainly in children and women of child bearing age in a long montaneous belt reaching from northeast to southwest of China. First low hair selenium values«120 ng/g) were detected in children from affected areas. The selenium content of blood (21+10 ng/m) was as well reduced as the erythrocyte glutathione peroxidase activity. This low selenium state derived from the low selenium intake by grains grown on soils with little available selenium. Selenium supplementation lead to a complete prevention of the disease. In two adults and in 1 2 yr old child on a self-selected selenium-poor diet a cardiomyopathy was published and muscle pain, tenderness and fingernail-bed anomalies in an 8 yr old boy on total parenteral nutrition (6) . In China, in Keshan disease but also in Kaschin-Beck disease, selenium deficiency seems to play an important part in the etiology or pathogenesis (7).Kasschin-Beck disease is an osteoarthropathy with a disturbance of the enchondral ossification and deformity of affected joints. The low selenium content in cereals from Kaschin-Beck disease-affected areas was occasionally discovered as rats fed with these ceres uffered from typical signs of selenium deficiency, liver necrosis and white muscle disease. The relationship between obstetrical complications and neurological sequelae has frequently been investigated by correlating perinatal data with neurological follow-up data. There is always a considerable time lag between these two data sources. It is now possible to assess the condition of the fetal nervous system during the acute or chronic phase of obstetrical complications without such delay through ultrasound observations of the fetus. Fetal movement patterns are from their first onset (8-14 weeks p.m. age) distinct and coordinated and resemble patterns known from the newborn infant. They are endogenously generated and their incidence of occurrence follows a developmental course during pregnancy, which is specific for each individual movement pattern. They first appear following a characteristic time table (1) . Quantitative assessment of the different movement patterns reveals an age specific motor repertoire in all longitudinally observed fetuses (2).
In fetuses with gross brain malformations such as anencephaly, severely distorted movements have been found. Not only is the quality of movements abnormal but also their temporal sequence. Frequently, the different movement patterns are no longer distinguishable but merge in·a "motor cacaphony" (3). In growth retarded fetuses the quality of movement patterns is changed although they. are still recognizable as such. They become monotonous and lack the normal subtle fluctuations in speed, force and amplitude. Similar to the case in neurologically abnormal preterm infants (4), abnormal fetal movements can be reliably recognized by independent observers (5).
Changes in the quantity of fetal movements is a less sensitive indicator as this only decreases markedly in very serious conditions, i.e. terminal states. The ultrasound observation of fetal movements is a promising approach to the neurological assessment of fetuses exposed to a compromizing condition. While the overall development of premature children has been studied extensively by means of developmental and intelligence testing (review article see 8) , language development has been underinvestigated in this population (6) . Since prematurity is a major risk factor leading to developmental disturbances in postnatal life (5), and delayed early milestones of language development have been postulated as a sensitive indicator of developmental disability (e.g. 1), language development in prematurely born children is of particular interest. Prematurely born children are reported to be mildly delayed in language development when compared with full-term populations (e.g. 7). One of the possible causes for this delay might be an organic cerebral lesion. None of the past studies on language development in preterm infants has the portion of neurologically impaired children included and the degree of neurological impairment taken into consideration. In our study, language development was investigated in neurologically unimpaired and impaired preterm infants separately (3). The former were mildly delayed in their early language development, performed slightly less well in the Illinois test of psycholinguistic abilities and showed more articulation defects at age 5 in comparison with the term group. This delay was comparable to that observed in the early development of locomotion in neurologically unimpaired preterm infants (2) . Infants with mild to moderate cerebral palsy showed a consistent delay in their language development and had more articulation problems at age 5. Language development in preterm infants might be impaired because they are genetically slightly deviant and/or experienced adverse events in early pregnancy. Complications during later pregnancy, delivery or the neonatal period may lead to impaired cerebral functioning, resulting in a language delay. Finally, unfavourable environmental conditions may have a negative effect on language development. Multiple minor malformations, possibly indicating mild genetic deviances or adverse events in early pregnancy, were significantly more frequent in the preterm than in term infants. However, a significant relationship between the frequencey of minor malformations and language development could not be established in the preterm group. Minor genetic deviancies and/or minor adverse events in early pregnancy did not seem to have a strong enough impact on the developing brain to delay language development significantly.
The perinatal optimality score (POS), a measure for optimality of pregnancy, birth and the neonatal period, was significantly negatively correlated with language development. Our results indicate a more pronounced effect of adverse perinatal events on motor functioning than on the processes of language comprehension and expression. Gestational age and birth weight were consistently negatively correlated with language performance, a finding which could only partially be explained by the relationships between gestational age, birth weight and POS. It is tempting to speculate that, before term, presently unknown factors, e.g. of metabolic origin, might have a negative impact on early extrauterine brain development. Socio-economic status (SES) and birth order had an age related influence on language development in term and much less in preterm children. In contrast to previous studies (e.g. 7, 9) the significance of SES in our preterm group was marginal, while perinatal factors exerted a considerable effect on their language development. We assume that the most homogeneous and better socio-economic conditions in our country than for example in the United States or England led to our finding that perinatal factors have a greater impact on language development than has previously been reported.
